INTRODUCTION
The administration of cortisone to patients with virilism associated with adrenal hyperplasia results in a marked decrease in urinary 17-ketosteroid excretion (1-3) whereas no significant fall occurs in those patients whose virilism is due to an adrenal tumor (4, 5) . The administration of cortisone inhibits pituitary adrenocorticotropin secretion causing secondary atrophy of the adrenals (6, 7) ; hence a decrease in 17-ketosteroid excretion ensues in those patients in whom the normal pituitary-adrenal interrelationship is preserved.
The data obtained in patients with adrenogenital syndrome (4) as a result of the injection of cortisone stimulated a similar investigation of patients suffering from an allied disease, Cushing's syndrome. It is generally agreed that the manifestations of Cushing's syndrome are due to excessive 11-oxygenated corticosteroid secretion by the adrenal cortex, although the pituitary (8) and the hypothalamus (9) as well as the adrenal (10) (Table I) . In all 5 patients, there was a significant decline in the excretion of urinary 17-ketosteroids. In 1 patient, S. K., the decline in 17-ketosteroids as a result of cortisone therapy was only 25 per cent (2a). However, when the experiment was repeated six months later an impressive reduction in 17-ketosteroid excretion (2b) was noted. There were no deleteri- normal male ous effects of the administered cortisone on any of the patients. Adrenal carcinoma. It has been reported that Cushing's syndrome due to adrenal carcinoma may be accompanied by a wide variation in the levels of 17-ketosteroid excretion, but that the amounts of these substances are usually elevated (11) . In the patient here reported the control values were definitely, though not extraordinarily, elevated. The administration of 100 mg. a day of cortisone for four days intramuscularly was without demonstrable effect upon the 17-ketosteroid output (Table  I , No. 5). Apparently the tumor in this patient was autonomous and, unlike normal or hyperplastic adrenal tissue, was not under pituitary control. Hence pituitary inhibition as achieved by cortisone administration was without effect upon the secretion of 17-ketosteroid precursors. This was further borne out by the fact that following the complete hypophysectomy the level of urinary 17-ketosteroids and the clinical course remained unchanged.
Normal individuals. It has been amply demonstrated that when therapeutic doses of cortisone are administered to normal individuals there is a fall in 17-ketosteroid excretion. Thus, as can be seen from the table (No. 7), the administration of 200 mg. per day of cortisone in a normal male resulted in a 40 per cent decline in total neutral 17-ketosteroids. (6, 7, 13) . This has been demonstrated in the virilizing syndrome (1-4). The fall in urinary 17-ketosteroids which occurs in Cushing's syndrome as a result of cortisone administration is in all probability similarly mediated. The present findings provide evidence for the speculation that the hyperplastic adrenal glands in Cushing's syndrome remain under pituitary control since, when ACTH secretion is suppressed by cortisone, the concomitant fall in urinary 17-ketosteroid secretion reflects a decreased cortical activity. Such a fall did not occur in the one patient with an adrenal carcinoma. The presumed suppression of his pituitary ACTH secretion by cortisone was without effect since the great bulk of the precursors of the 17-ketosteroids was provided by the autonomous tumor which was free of pituitary control. This was subsequently confirmed when complete hypophysectomy failed to alter the 17-ketosteroid values.
These results bring up another point of speculation. If suppression of adrenocortical activity occurs as a result of exogenous cortisone or compound F administration (4) and there is a resultant decline in urinary 17-ketosteroids, the adrenal must be secreting other steroids which are 17-ketosteroid precursors besides cortisone and compound F. The latter are known to be degraded and excreted as 17-ketosteroids to a certain extent (14, 15) . It is possible that the adrenal contribution to the 17-ketosteroids includes an androgen. Assay of cow adrenal vein blood has demonstrated the existence of an adrenal androgen (16) .
SUMMARY
The urinary excretion of 17-ketosteroids in 6 patients with Cushing's syndrome has been studied during a four to five day period of exogenous cortisone administration.
No alteration was observed in the abnormally high excretion of 17-ketosteroids in 1 patient with a metastatic adrenal tumor.
Significant decreases in 17-ketosteroid levels were noted in 5 patients with proven hyperplastic adrenal cortices.
